Long-Term Dysfunction of Frontal Lobe in a Patient with Isolated

Reversible Splenial Lesion after Status Epilepticus
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Reversible splenial edema has been often reported in epilepsy
patients. Clinical presentation is reported to be silent in general. We
experienced a patient with splenial lesion and cognitive dysfunction.
A 21-year-old man underwent video-EEG monitoring for preoperative
evaluation. He had suffered from viral encephalitis eight years ago
and developed chronic drug-resistant epilepsy. After antiepileptic
drugs withdrawal, he developed eight episodes of secondarily ge-
neralized tonic-clonic seizures for several hours and some seizures
were repeated without recovery of consciousness. Majority of ictal
EEG onset presumed to originate from the left frontal region. After

seizures he had shown disorientation and irritability with gradual
recovery. Brain MRI demonstrated a splenial lesion. Though splenial
lesion disappeared on follow-up MRI, neuropsychological test dem-
onstrated frontal lobe dysfunction 6 months later compared with that
performed just before the video-EEG monitoring. We report a patient
with isolated reversible splenial lesion associated with long term
dysfunction of frontal lobe. (J Korean Epilep Soc 2007;11(1) :54-58)
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Table 1. Comparison between neuropsychological tests before
and 6 months after status epilepticus

Before SE

Variables 6months after SE

Measures of intellectual performance (K-WAIS)

VIQ 81 77
PIQ 80 87
FSIQ 79 80

Measures of memory function (WMS-III)

Immediate memory

Auditory 65 (1%ile) 71 (3%ile)
Visual 65 (1%ile) 53 (0.1%ile)
Delayed memory

Auditory 45 (0.1 %ile) 52 (0.1%ile)
Visual 65 (1 %ile) 47 (<0.1%ile)
Working memory 60 (0.4 %ile) 70 (2%ile)
Measures of executive function (WCST)

No. of Trials administered 106 128
Conceptual level responses 77 (47%ile) 45 (2%ile)
Perseverative error 13 (37%ile) 35 (1%ile)
Perseverative response 14 (39%ile) 41 (1%ile)

SE, status epilepticus
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Long—Term Dysfunction in Reversible Lesion after SE
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Figure 1. Ictal EEG discharges evolving from the left frontal region and rapidly spreading to whole brain.

Figure 2. A: Brain MRI 2 years before status
epilepticus showed bilateral hippocampal
sclerosis. B: Brain MRI just performed after
status epilepticus revealed: a small, oval
shape lesion in the splenium; hypointensity
in ADC map and hyperintensity in both
T2WI and DWI, suggesting cytotoxic ed-
ema. C: Brain MRI 6 months later showed
disappearance of the lesion involving
splenium.
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